THIS case is considered to be of interest because of the pathological findings and of the problem of diagnosis presented by the signs and symptoms.
buttoning clothes became very difficult.
Towards the end of January, in addition to the numbness in the arm and leg, there were attacks of pain in the right side of the face and head. She described this as being neuralgic in character. About the same time there was occasional vomiting. On 4th February she was admitted to hospital.
Following admission the condition improved; vomiting ceased and the temperature remained normal. Then suddenly on the 24th February there was a rise in temperature accompanied by headache, vomiting, photophobia and some neck rigidity. The cerebro-spinal fluid was found to be under increased pressure, but was otherwise normal. On 3rd March she was transferred to the Royal Victoria Hospital.
On examination there was no evidence of clouding of consciousness. On the contrary, she was exceptionally lucid and alert, and the impression was of a person well above average intelligence giving accurate responses to questions and sensory tests. There was no dysphasia.
'l'he temperature was 99.8 and the pulse rate 110. There was slight neck rigidity and photophobia. 6 Examination of cranial nerve functions showed no impairment of the visual fields, and( the discs and funidi were normal. The pupils were equal, central, and reacted to light and on accomrlodation. Lateral nystagmus was present, most marked on looking to the right. The functions of the remaining cranial nerves were normal.
'rests for muscle-joint sense and for sensibility to vibration, touch, pain, and temperature showed no abnormality. There was no astereognosis.
The right upper limb showed some loss of tone associated with intention tremor, dysmetria, inability to carry out rapidly alternating movements, and slight weakness of grip in the right hand. The right lower limb showed slight generalised weakness, most marked in the dorsi-flexors of the foot, associated with a small degree of inco-ordination of movement. The left upper and lower limbs showed no motor abnormality. The tendon reflexes in the right upper and lower limbs were increased and the abdominal anid plantar reflexes on the right side were indefinite. On 1''he anatomical representation of the body on the sensory cortex of the postcentral convolution is generally stated to follow that of the corresponding motor area. On this assumption, the orcder of spread of a sensory Jacksonian fit should be from the toes upwards over the leg to the hip, and thence to the shoulder, arm, fingers, an(d face. In the case under discussion one would have expected the para?sthesiaw which began in the fingers to spread simultaneously to the face andforearmii. In fact, the extension was first to the forearm, arm, and lower limb, the face only being involved several weeks later. Sittig,2 in a clinical study of sensory Jacksonian fits, has described ten otherwise typical cases in which the spread of the attacks did not correspond to the accepted anatomical localisation. He refers to Head's assumption, "that there is a representation or 'schema' of the body on the brain; . . . this is not a fixed or pre-formed localisation, but rather a nervous structure which is especially often thrown into action, a pattern or a frequently employed functional mechanism." Sittig also refers to the researches of Leyton and Sherrington on anthropoids, in whiich they found that the same point of the electrically excitable cortex gives different reactions according to different sequences of stimulation, i.e., whether the stimulus is moved from above downwards, or inversely. He concludes that varying orders of spread of sensory Jacksonian fits are determined by the intensity of the stimulus: "If the excitation is slight, only a quite limited part of the body is affected, as the thumb and index finger; while if it is stronger, the excitation extends, and may follow a pre-formed functional pattern in the 'schema' or some other functional mechanism."
The disorders of tone add movement, which were most marked in the right upper limb, made it seem probable that there was a right-sided cerebellar lesion. Post-mortem examination of the brain showed that the only focal lesion was in the left parietal region, and these symptoms must have resulted from this lesion. It In the case under discussion muscle-joint sense and the sensation of touch were not impaired, and the faculty of stereognosis was not in any way diminished. It is of interest here that these functions should have been left undamaged by a lesion which produced the degree of ataxia and hypotonia described, in addition to sensory Jacksonian fits of considerable extent.
PATHOLOGY.
Because of the frequent association of the two conditions, it was formerly believed that tuberculous meningitis was merely the meningeal manifestation of miliary dissemination. Rich was one of the first to point out that this was not so in the majority of cases. He considered that the lesion most commonly responsible for tuberculous meningitis is a focal plaque occurring eitherlin the meninges or in the underlying brain, He believed that such foci originated as the result of a bacteraemia occurring either during the primary infection or during a post-primary progressive infection. The resulting lesions (of which the one described in this case is an example) are in effect solitary tuberculomata in contact with the meninges, into which the organisms escape. If the number of organisms is small and the resistance good, the meningitis may remain localised, resulting merely in fibrosis and adhesion of the overlying meninges. An attempt at such a process was seen here. More often a generalised diffuse meningitis results, and perhaps due to some gravity effect, the exudate is most plentiful at the base of the brain.
The claim that it is these foci, and not miliary tuberculosis, which are responsible for the development of meningitis has been supported by both clinical and experimental work. Injection of large numbers of tuberele bacilli directly into the bloodstream of both normal and hypersensitive animals frequently results in miliary tuberculosis. Meningitis does not occur in these animals unless they develop a focal tuberculoma adjacent to the meninges. This is regarded as proof that meningitis does not develop from escape of bacilli directly into the meninges from the blood stream.
Clinically, miliary tuberculosis is much more common than tuberculous meningitis, and about 20 per cent. of the latter occur in cases without any miliary spread. Further, in many cases in which both conditions are found the histological age of the lesions differs; in fact, it has even been shown that in some cases the meningitis may be the origin of the miliary spread. Therefore, even when the two conditions co-exist, it should not be hastily assumed that their origin was simultaneous, or that the miliary lesions were the initiating factor in the meningitis.
Rich analysed eighty-two human cases of tuberculous meningitis, and found focal caseous lesions older than the meningitis in seventy-seven. Simiiar findings have subsequently been reported by other workers.
This case is regarded as being a classical example of the origin of meningitis from a focal tuberculous lesion in contact with the meninges. The appearances of the tuberculoma suggest that it had been present for several months. The situation in the left post-Rolandic area is such as to explain the focal nature of the original symptoms. The gradual extension of these symptoms would appear to be related to slow leakage of organisms over the adjacent cortex. When the lesion finally disclharged into the sub-arachnoid space 
